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INTRODUCTION It mostly affects the middle age population with dlight female

predisposition. In 1910, Hallopeau reported 1%case of
malignant transformation in pre-existing OLP. From that point,
many such cases have been reported in the literature.
Considering its malignancy potential, it seems important to
have a standardized diagnostic criteria, treatment, and clinical
follow-up of patients with OLP so that the disease is diagnosed
at an early stage and cured on time. Here we present a case
report of oral sguamous cell carcinoma (OSCC), potentially
originated from pre-existing OLP involving one of the most
common site of malignant transformation, that is buccal
mucosa.®*%

Lichen planus (LP) is a chronic mucocutaneous disease
affecting stratified sguamous epithelium- skin, ora mucosa
and genitalia, occurring in 0.5-2.6% of population.” Erasmus
Wilson coined the term lichen planus (lichen means primitive
plant like algae & fungi and planus means flat). LP was first
described clinically in 1869 as a chronic mucocutaneous
illness. In 1906 it was histologically described by Dubreuilh
for the first time. Oral lichen planus (OLP) could either occur
alone or accompany or precede cutaneous lesions. Etiology of
OLP is not very well understood. Genetic predisposition,
stress, anxiety, hepatitis C, immunocompromising status, CASE REPORT
dental materials, certain drugs have been found to cause lichen
planus in literature but there is lack of evidence.OLP is
characterised by hyperkeratosis with varying thickness of the
epithelium, basal cell liquefaction degeneration with a dense
infiltrate of lymphocytic cells adjacent to the basement
membrane.

A 50-year-old female reported to the department of Oral
Medicine and Radiology with the complain of burning
sensation and ulcer in the left cheek region for past 4-5
months. On examination there were red patches on the left
buccal mucosa surrounded by the white radiating striae and
white striae arranged in an interlacing manner were found on
the right buccal mucosa [Figure 1A and 1B]. Patient was
completely edentulous for past10 years.
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Figure 1A:Intraoral view showing erosive lichen planusin left Figure 2A: Histopathology slide showing ker atinocyte
buccal mucosa degeneration, saw tooth rete peg and inflammatory cells

Figure 2B. Histopathology slide showing intense chronic
inflammatory response around dysplastic cell in connective tissue
Figure 1B: Intraoral view showing reticular lichen planuson the with abundant dilated blood vessals. K eratin pear| formation seen

) : in dysplastic sheets and islands
right buccal mucosa

. . . ) : Figure 3. Axial view of CECT showsmild asymmetric
Figure 1C: Intraoral view showing cauliflower like growth on the differentially enhancing soft tissue attenuating lesion measuring
right buccal mucosa approximately 18 x 6mm lesion in left buccal mucosa with
obliteration of gingivobuccal sulcus

Her medical history was not significant. Patient was not having

any deleterious habit of smoking or chewing tobacco. Biopsy  Treatment was started with an antioxidant (capsule Oxitard)

specimen of lesion from the left buccal mucosa revealed  twice a day, an immunomodulator (tablet Dicaris) once a day

histologic features consistent with lichen planus [Figure 2A]. three days a week for six weeks and topical application of
corticosteroid (ointment Kenocort) three times a day.
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After three weeks patient reported with mild relief but the
patient failed to follow up for treatment for next 1.5 years.
After 1.5 years, the patient reported with a cauliflower like
growth of approximately size of 3cm x 3.5cm on the left
buccal mucosa which was tender and firm on palpation [Figure
1c]. The indurated margins of the growth were surrounded by
Wickham’s striae. On the right buccal mucosa there were
white radiating lines without any erythema or ulceration.
CECT revealed mild asymmetric differentially enhancing soft
tissue attenuating lesion measuring approximately 18 x 6mm
lesion in left buccal mucosa with obliteration of gingivobuccal
sulcus. There was no irregularity of the mandibular cortex
[Figure 3]. Incisional biopsy of the growth of left buccal
mucosa revealed well differentiated squamous cell carcinoma
[Figure 2B].

DISCUSSION

Oral lichen planus may be asymptomatic or associated with
burning or painful sensation or dry mouth. The erosive form
tends to be the most painful one. It may undergo spontaneous
remission and exacerbations phases. WHO recognizes OLP as
oral potentially malignant disorder, but the rate of malignant
transformation till not clear. Transformation rate of OLP to
OSCC in some review ranged from 0.4 — 5.6% and in another
from 0% to 12.5%.*® This huge range is because of the
different diagnostic criteria used by different studies. After
publication of first critical review in 1978, authors concluded
that strict diagnostic criteria had to be followed to definitively
accept the malignant transformation of OLP patients. With
new diagnostic criteria, Krutchkoff et al. found that only 15 out
223 cases reported in the literature would have been due to
malignant transformation in OLP and drew the conclusion that
inherent potential of OLP progressing to cancer lacks the
evidence, but they accepted that patients with OLP have a
dlightly higher predisposition to develop carcinomas compared
to non OLP patients.®” In 1978, WHO gave diagnostic criteria
of OLP which included the clinica and histopathological
features which was later modified by van der Meiji and van der
Waal in 2003 where they included the term OLL and
differentiated  OLL from OLP  clinicaly and
histopathologically.®® They also included “absence of
dysplasia” in histopathological diagnostic criteria. Our case
presented in the report followed the strict diagnostic criteria of
OLP.

Van der Meij et a followed strict diagnostic criteria and found
that none of the OLP case tranformed to malignancy but 4
cases of OLL developed to SCC. In literature also, it is found
that the oral lichenoid lesions (OLL) (2.43, 3.2% & 2.5%) has
higher malignant transformation rate than OLP (1.47, 1.09% &
0.9%).%*Certain sites have chances of higher predilection of
malignancy, such as the tongue, followed by the buccal
mucosa.®*¥?Case report included case from the 2nd most
common site having more predilection of developing the
OSCC. Due to overlapping features of OLP and OLL and also
the dysplastic lesions with “lichenoid” inflammatory infiltrate,
makes prediction of the malignant potential of OLP
challenging. There are certain theories behind the malignant
transformation of OLP to OSCC. Widely-acceptedone is the
production of nitric oxide (NO) by inflammatory cells within
the lesion, which later reacts with O2 to induce the formation
of 8-dihydro-2¢-doxyguanosine (8-oxodG).'? which further
cause G-T nucleoctide transversion, promoting

carcinogenesis.™ Also, activity of cyclo-oxygenase Il enzyme
within the infiltrating inflammatory cells, increasing the release
of inflammatory cytokines and malondialdehyde, a
carcinogenic metabolite that is known to cause DNA
damage. ™ Some studies reported high proliferation rate of the
basal epithelial cells within OLP lesions which was found to be
higher in patients who later developed OSCC than those who
did not.**'® OSCC may present like an ulceroproliferative
lesion with indurated margins or hyperkeratotic, exophytic
mass or as a sub mucosal, dightly indurated red lesion with an
intact epithelium. Therefore, it is difficult to distinguish
dysplastic areas from the ulcerative and hyperkeratotic areas of
OLP. Hence, earlier identification of dysplastic changes would
increase the chances of a successful intervention to reduce the
chances of development of an oral cancer from pre-existing
OLP. Differentiation of Lichenoid dysplasiaand OLL from the
OLP need to be done on the basis of clinical and histologic
findings critically. Therefore, thorough regular ora
examinations are recommended in OLP patients to prevent at
the earliest the event of malignant transformation.

CONCLUSION

Risk factors which trigger or aggravate the OLP need to be
reduced to prevent the risk of developing the OSCC. Also, the
risk of malignant transformation in OLP patients may be
reduced by the removal of carcinogens, elimination of
irritating factors, treatment of lesions and intake of a healthy
diet including fresh fruit and vegetables. Regular follow up
with rebiopsy of the patient is a must in cases of erosive or
atrophic form of OLP to keep a check on the malignant
changes.
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